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ACTION: Notice.

SUMMARY: The invention listed below is owned by an agency of the U.S. Government
and is available for licensing to achieve expeditious commercialization of results of
federally-funded research and development. Foreign patent applications are filed on
selected inventions to extend market coverage for companies and may also be available
for licensing.

FOR FURTHER INFORMATION CONTACT: Chris Kornak at 240-627-3705 or
chris.kornak@nih.gov. Licensing information may be obtained by communicating with
the Technology Transfer and Intellectual Property Office, National Institute of Allergy
and Infectious Diseases, 5601 Fishers Lane, Rockville, MD 20852; tel. 301-496-2644. A
signed Confidential Disclosure Agreement will be required to receive copies of
unpublished information related to the invention.

SUPPLEMENTARY INFORMATION: Technology description follows:

Humanized murine monoclonal antibodies that neutralize type-1 interferon (IFN)
activity.

Description of Technology:

Interferons (IFNs) are a family of cytokines that function in response to an immune
challenge such as a viral or bacterial infection. Type I IFNs are produced by immune
cells (predominantly monocytes and dendritic cells) as well as fibroblasts and signal
through a specific cell surface receptor complex (IFNAR) that consist of IFNARI1 and

IFNAR2 chains. Type-I IFNs exert several common effects including antiviral,



antiproliferative, and immunomodulatory activities. However, Type I IFNs also have pro-
inflammatory effects, especially in the presence of TNF-a. Therefore, neutralizing the
pro-inflammatory effect of Type I interferon could have wide clinical applications in
autoimmune diseases like SLE, or in acute and chronic viral diseases like SARS-CoV-2,
HIV or HCV infection, respectively, in which IFN-induced inflammation may be
detrimental.

Scientists at the National Institute of Allergy and Infectious Diseases (NIAID) have
developed two anti-IFN receptor 2 (IFNAR?2) antibodies, B7 and A10, that are effective
in vitro at neutralizing Type I IFN activities. The antibodies are comprised of two heavy
chains and two light chains of amino acids. Both antibodies are able to bind to the
extracellular domain of IFNAR2, Type I IFN receptor subunit 2, thus suppressing IFN
signaling.

Because there are no potent IFNAR?2 antibodies for therapies commercially available
at this time, these antibodies are a novel therapeutic tool that could be used exclusively or
in combination to treat chronic inflammatory diseases (like autoimmune disorders such as
SLE) in which sustained IFN production may lead to both systemic and specific organ
dysfunctions or chronic viral diseases (such as HIV, HCV) in which sustained IFN
production has deleterious effects on immunologic function.

This technology is available for licensing for commercial development in accordance
with 35 U.S.C. 209 and 37 CFR part 404, as well as for further development and
evaluation under a research collaboration.

Potential Commercial Applications:

Therapeutics for the treatment of chronic inflammatory conditions:

e In chronic inflammatory diseases (e.g., autoimmune disorders such as SLE)
e In chronic viral diseases (such as HIV, HCV infection)

e In acute viral or inflammatory diseases (e.g., SARS-CoV-2)



Development Stage:

e Pre-clinical
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Intellectual Property: HHS Reference No. E-220-2020-0; US provisional application

No. 63/094,572 filed on 10/21/2020 and PCT application PCT/US2021/056067.

Licensing Contact: To license this technology, please contact Chris Kornak 240-627-

3705 or chris.kornak@nih.gov, and reference E-220-2020.

Collaborative Research Opportunity: The National Institute of Allergy and Infectious
Diseases is seeking statements of capability or interest from parties interested in
collaborative research to further develop, evaluate or commercialize this technology. For
collaboration opportunities, please contact Chris Kornak at 240-627-3705 or

chris.kornak@nih.gov.
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